absent in a few patients with only "limited" forms of the disease [5] . In addition, a close correlation between levels of anti-MPO and disease activity has been found, suggesting that serial measurement of anti-MPO levels is useful for following disease activity in patients with CSS {3].
As more widespread use of assays to detect anti-MPO may facilitate the diagnosis of CSS it appears that the statement of Marazzi et al. that CSS has rarely been diagnosed during patients' lifetime [9] is not valid today. CSS is not an extremely rare disease [1] [2] [3] [4] [5] [6] [7] [8] 10 ]! We think that every patient with mononeuritis multiplex and clinical symptoms compatible with systemic vasculitis has to be tested for the presence of anti-MPO and that a positive test has implications for treatment in such patients.
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Case records of the Massachusetts General Hospital (1992)
Case Sirs: The patients came to our attention, as often happens to neurologists, in the third phase of their disease, when mononeuritis multiplex was the main complaint; a sural nerve biopsy was made in all of them. Skin biopsy was not performed in our cases, because one patient had no purpura at all and one had it before our evaluation; in the third case, the purpura was evanescent and we felt rather confident about the diagnosis.
Although hypertension was reported in two of our cases, renal function was normal in all of them. Renal angiography was normal in case 2. We did not deem it necessary to perform an invasive procedure such as renal biopsy only on these grounds. Moreover, in our opinion, the diagnosis had been already made. Indeed, even in reported series [1, 2, 4] renal biopsy was not systematically performed.
We agree that anti-neutrophil cytoplasmic antibodies (ANCA) are an important tool in the evaluation of vasculitis. Unfortunately, the patients came to our attention before we were able to look for the presence of antimyeloperoxidase (anti-MPO) antibodies; moreover, their role in the Churg-Strauss syndrome (CSS) had not yet been reported. We were not able to look for the presence of these antibodies until later in two cases: in both cases ANCA were not detected either by indirect immunofluorescence or by ELISA (myeloperoxidase and alpha-granules were employed as antigen) [3] . We also maintain that patients with mononeuritis multiplex and systemic vasculitides should be tested for the presence of anti-MPO. It should be noted, however, that ANCA Sirs: Neuromyelitis optica (NMO) is a quite frequent and often fatal variant of multiple sclerosis (MS) in blacks (98%) [6] , less frequent in Asians (7.26%), and rare in Caucasians (1%) [5] . In Saudi Arabia, MS is rare with a prevalence of 8 per 100,000 population according to hospital-population-based studies [l, 7] .
An exceptional constellation of factors such as regionally low MS prevalence, precipitating varicella infection, puerperal period, race, and extensive spinal involvement encourages us to report this case.
An 18-year-old black female suddenly developed visual loss associated with pain, 1 month after the delivery of her first child. The visual loss progressed to complete blindness within 48 h and to optic atrophy. Within 2 days she developed fever, a generalised vesicular rash pathognomonic of varicella, and ascending flaccid quadriplegia with urinary sphincter loss. All higher nervous system functions were intact. The cranial nerves, except the optic, were normal. There was positive Lhermitte's sign; all reflexes were absent and all sensation lost below C4. Subsequently, respiration became impaired, which necessitated artificial ventilation. Acyclovir and methylprednisolone were given for 2 weeks. The spinal symptoms started to improve 2 months after the onset of her illness but the visual loss remained unchanged. All laboratory tests including bacterial and viral serology were negative. The varicella zoster titre was 1 : 64, dropping to 1 : 4 within 6 weeks; CSF protein 1g/l, IgG index 0.7, WBC 46/mm 3 (lymphocytes 37), glucose 3.6 mmol/1, no organisms; repeat CSF after 4 weeks: protein 0.24g/1, IgG index 0.6 and WBC 4/mm 3. Tl-weighted MRI on admission revealed diffuse enlargement of the cervical cord (Fig. 1 a) . High signal intensity of medulla oblongata, entire cervical and upper thoracic cord was noted on T2-weighted images (Fig. lb) . Repeat MRI after 3 months showed reduction in the swelling of the cord, with normal signal intensity.
The patient was discharged after 3 months with minimal improvement. Follow-up over a period of 4 years did not show any further improvement or relapses. The patient remainend blind, bed-ridden, and spastic.
The sudden onset of visual loss leading to blindness followed within several days by quadriplegia, in the absence of other signs of central nervous system dysfunction, without remission or relapse, distinguishes this case as the first genuine instance of Devic's NMO in Saudi Arabia. The MRI examination was particularly useful in revealing the extensive cord lesion.
The varicella infection manifested after the blindness and before the quadriplegia. Neurological symptoms in varicella zoster may precede, follow, or be simultaneous with the rash [3] . Therefore, this virus most probably caused both the blindness and the spinal lesion. Our patient is, to our knowledge, the third case of varicella-zoster-induced NMO to be reported [2] . The puerperal stage may have been a pathogenetic factor. None of the well over 40 cases of MS reported from Saudi Arabia was black; in this context, the patient's race appears to have exerted a definite contributory effect on the type of demyelinating disease she developed.
Neurological varicella zoster complications manifest as acute cerebellar ataxia (50%), meningoencephalitis (1%), myelitis (3%), Guillain-Barr6 syndrome (7%) and Reye's syndrome (16-28%) [4] . Isolated optic neuritis or acute transverse myelitis has been reported sporadically; their combination seems exceedingly rare. The synchronicity of NMO and varicella in our patient constitutes a strong argument for interpreting the case as one of active, ongoing infection and not as one of delayed immune para-or post-infectious varicella zoster infection. Sirs: Wertman et al. [8] recently reported on an association between multiple sclerosis (MS) and type I diabetes mellitus (DM), two illnesses they consider to be putative autoimmune diseases. In fact MS is usually considered to be a four-stage viral-immunological disease [7] , comprising (1) a genetically determined susceptibility in the nonmajor histocompatibility immune system; (2) an initiating (viral?) event in childhood producing a symptomless illness leading to the activation of anti-myelin basic protein (MBP) circulating T lymphocytes through a crossed immunization; (3) a non-specific vasculopathical alteration of the blood-brain barrier (BBB) permitting the transfer to the CNS of anti-MBP cells; (4) a myelinoclastic autoimmune plaque-forming mechanism with demyelination. The primary acute MS lesion is, however, more a modest perivenular humoral inflammation with fibrinous oedema than a virulent demyelinating lesion showing immune cell infiltrates, and the inflammatory agent inducing such a fibrinous exudate may be of physical or chemical nature [1] .
An association between multiple sclerosis and diabetes mellitus
Others have also reported on the association between MS and type II DM, a non-autoimmune pancreatopathy [8] . In fact, pancreatitis may be acute, relapsing or chronic and its "causes" very protean, like MS; primitive pancreatitis in childhood is rarely clinically recognized but induces modifications of pancreatic secretions [2] ; drugs against pancreatitis may modify the clinical and/or pathological course of experimental allergic encephalomyelitis and MS [4] ; the pancreas secretes lipoproteolytic enzymes, Correspondence to: Y. De Smet, Universit6 Catholique de Louvain, ANPG 5260, B-1200 Brussels, Belgium which destroy myelin and release myelinolytic fatty acids [6] ; activation of pancreatic vasoactive substances produces increased vascular permeability and oedema. Finally, pancreatic encephalopathy has many similarities with MS [3] : it is disseminated, patchy, often with perivenular loss of myelin, occasional perivascular haemorrhages, moderate gliosis and no axonal destruction.
Hence we have suggested a four-stage aetiopathogenic process for MS, taking into account the viral-immunological cellular theory, but as a secondary result of a genetically mediated non-specific subclinical pancreatopathy in childhood, induced by unspecific environmental factors [5] . Through circulating enzymes and/or fatty acids, this pancreatitis produces first an inflammatory humoral vasculitis with BBB alteration and perivascular oedema, then a direct (enzymatic) and/or indirect (through fatty acids) demyelinating mechanism leading to an accessory autoimmune reaction. The association between MS and autoimmune but also non-autoimmune DM appears to be in agreement with such a hypothesis.
